Introduction
Prenatal exposure to ethanol is one of the most common causes of birth defects (Jones and Smith, 1973) and can lead to fetal alcohol spectrum disorder (FASD) (Streissguth et al., 1990) . FASD is one of the main causes of intellectual disability in Western nations (Mattson et al., 2011) ; it is characterized by neurobehavioral hallmarks, such as learning and memory deficits (Goodman et al., 1999; Mattson et al., 1999) . As many as 1 in 100 children born in the United States and Canada is diagnosed with FASD (Chudley et al., 2005; May and Gossage, 2001) . In murine models, the brain developmental period between postnatal days 4 and 10 (P4-10) is equivalent to the third trimester of pregnancy in humans (Bayer et al., 1993) . The brain is particularly sensitive to ethanol during this period; therefore, binge models have been established to examine the effects of ethanol consumption on fetal brain development in humans (Gil-Mohapel et al., 2010) . A single day of ethanol intoxication in P7 mice triggers a massive wave of neurodegeneration in several brain regions including the hippocampus and cortex (Ikonomidou et al., 2000; Sadrian et al., 2012; Saito et al., 2010a; Wilson et al., 2011 ) and impairs spatial memory task performance into adulthood, and perturbs local and interregional brain circuit integrity in the olfacto-hippocampal pathway (Sadrian et al., 2012; Wilson et al., 2011; Wozniak et al., 2004) .
Posttranslational modification of histone proteins plays a role in normal and disease processes, and they have been implicated in several human developmental disorders (Campuzano et al., 1996; Gavin Neurobiology of Disease 54 (2013) [475] [476] [477] [478] [479] [480] [481] [482] [483] [484] [485] 
